I read with interest the article: Andersson B, Wikstrand J, Ljung T, Bjork S, Wennmalm A, Bjorntorp P. Urinary albumin excretion and heart rate variability in obese women Int J Obes Metab Disord 1998; 22: 399±405. In this study they noted that the log urinary albumin excretion (UAE) correlated positively with systolic and diastolic blood pressure, and inversely with heart rate variability. They concluded that an inverse association between UAE and parasympathetic activity in obese women may be an early sign of deranged endothelial function and autonomic nervous system control.
We have hypothesized that a number of obesity comorbidity problems are secondary to increased intraabdominal pressure (IAP).
1,2 These include obesity hypoventilation, venous stasis ulcers, pseudotumor cerebri, gastroesophageal re¯ux, urinary incontinence, incisional hernia, and systemic hypertension. We hypothesize that hypertension develops through one or a combination of the following three mechanisms: (1) increased renal venous pressure leading to increased glomerular capillary pressure with activation of the juxtaglomerular apparatus and the renin± angiotensin±aldosterone system (RAAS); (2) direct renal compression with activation of the RAAS and proteinuria; and (3) increased intra-thoracic pressure, leading to a decreased venous return, decreased cardiac output and subsequent activation of the RAAS. All of these would lead to increased vascular tone as well as sodium and water retention. Increased renal venous pressure and possibly direct renal compression would produce capillary engorgement, damage and either micro-or macroalbuminuria as seen in the severely obese.
Previous studies in an acute porcine model have documented an increased systemic vascular resistance, plasma renin activity (PRA) and aldosterone levels with increased IAP, produced either with an intra-abdominal balloon or the instillation of intraperitoneal isosmotic polyethylene glycol. 3, 4 We have also found that an increased IAP increases intrathoracic pressure, leading to an increased intracranial pressure in an acute animal model, 5 as well as severely obese patients with pseudotumor cerebri. 6 In a study not yet published we have found that gradual elevation of IAP with an intra-adominal balloon in a canine model over ®ve weeks was associated with an increase in blood pressure from 110a82 to 165a110 mm Hg, which returned to baseline one week following balloon de¯ation. In another unpublished study, increased renal vein pressure in an acute porcine model was associated with a decreased renal blood¯ow (RBF) and glomerular ®ltration rate (GFR) and an increased PRA, aldosterone and proteinuria. Others have found that hypertension in the severely obese may not be associated with hyperinsulinemia but is associated with a decreased RBF, GFR and proteinuria. 7 Thus, we believe there may be a more logical and simple explanation for proteinuria and hypertension in obesity rather than insulin-induced sodium reabsorption or a deranged endothelial function and autonomic nervous system control as suggested by Andersson et al. Of course, autonomic dysfunction could occur as a result of increased IAP and be a secondary phenomenon.
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